The patient now reported presented with low back pain, post-prandial substernal and epigastric discomfort, and haematemesis, initially thought to be sequelae of peptic ulcer disease. Post-mortem revealed a dissecting thoracoabdominal aortic aneurysm of chronic duration. The initial dissection may have begun in 1974 when the patient complained of chest pain without subsequent laboratory documentation of myocardial infarction. Erosion backwards through the oesophagus was a more recent event, judging by the haemorrhage and the active granulation tissue. The rupture into the oesophagus was not an acute event, but rather an active, slowly erosive process that finally penetrated the oesophagus.
Bleeding in aortoenteric rupture need not be abruptly exsanguinating. Schramek et al. (1971) and Sinar et al. (1977) report that haemorrhage may be slow or even intermittent over weeks to months. This patient presented with symptomatology and signs compatible with aortic rupture into the oesophagus at least 4 weeks prior to his final episode. His temporary survival of the aorto-oesophageal fistula was due to the insidious nature of the erosion as well as the presence of old, organized, laminated thrombus within the fistula, causing a tamponade effect and consequent closure of the intercommunication. The presence of dark stools several days before his final episode as well as the absence of melaena or haematochezia during presentation attests to the intermittent nature of the erosion and the sudden nature of the final exsanguinating breakthrough. The spectacular preterminal massive haematemesis masked the underlying longstanding aortic symptomatology.
The constellation of chest and back pain, presyncope, haematemesis, and a history of longstanding hypertension in a patient without cirrhosis or peptic ulcer disease should alert the clinician to the strong possibility of thoracic aortic dissection into the oesophagus. Emergency fibreoptic endoscopy and aortography can quickly provide the definitive diagnosis and lead to early operative intervention and surgical repair. Progressive brucellosis is known to be a cause of spondylitis but is extremely rare in Britain. We report a husband and wife presenting with back pain in whom a diagnosis of brucellosis was made.
References
Case reports Case 1: A 59-year-old Portuguese man was admitted with a five-week history of pain in his lumbar spine together with general malaise. He had lived in England for 15 years but had visited Portugal three months previously for a holiday. His temperature was 37.4°C, he was tender over the 'Accepted 11 September 1984 0141-0768/85/020161-02/$O1.00/0 i 1985 The Royal Society of Medicine fifth lumbar and first sacral vertebrae and movement was limited by pain. Initial investigations showed a haemoglobin concentration 15.8 g/dl, and white cell count 12.3 x l09/l with 61% neutrophils, 30% lymphocytes and 9% monocytes. A radiograph of his lumbar spine showed degenerative changes in the joint between the fifth lumbar and first sacral vertebrae. A technetium-99 m bone scan showed increased activity around the fifth lumbar and first sacral vertebrae compatible with degenerative changes. Mantoux test was negative. Brucella abortus agglutination titres and Brucella melitensis agglutination titres were both 1/640. One of four aerobic culture bottles later grew Brucella melitensis. A diagnosis of progressive brucellosis was made. Treatment with oxytetracycline 500 mg four times a day was prescribed for two months. His pyrexia settled immediately, the pain in his spine subsided and his mobility returned to normal.
Case 2: A 59-year-old Portuguese woman, the wife of Case 1, was admitted five months later giving a four-week history of pain in her lower lumbar spine, anorexia and general malaise. She had accompanied her husband on holiday to Portugal eight months previously. On admission she was pyrexial with tenderness over the fifth lumbar vertebra and both sacroiliac joints. Investigations showed a haemoglobin concentration of 9.7 g/dl with a normochromic, microcytic picture and a white cell count of 5.5 x 109/l. Serum iron and iron binding capacity were normal. A lumbar spine radiograph showed the right sacroiliac joint margin to be irregular. Technetium-99 m bone scan showed increased activity over the lower part of the right sacroiliac joint. Brucella abortus agglutination titres and Brucella melitensis agglutination titres were both 1/1280. Brucella melitensis was grown from one of six aerobic blood culture bottles. The patient was given oxytetracycline 500 mg four times a day for two months and made an uneventful recovery.
Discussion
Brucellosis is not a notifiable disease in the United Kingdom and its true incidence is thus not known. Both patients described here were suffering from progressive brucellosis in which there has been estimated to be between 1% and 36% incidence qf skeletal involvement, the lumbrosacral region being the most commonly affected (Spink 1956 , Garadow & Craig 1958 , Mandell et al. 1979 .
Infection in humans occurs by ingestion of unpasteurized milk or direct contact with infected animals. Definite evidence of spread between humans has not been reported. Both patients admitted to having eaten local cheeses made from both goats' and cows' milk while on holiday, and this is presumed to be the common source.
Brucellosis is a rare cause of spondylitis in Britain; a recent review of 318 cases of pyogenic osteomyelitis of the spine with a large variety of pathogenic organisms did not include it as a possible cause (Sapico & Montgomerie 1979). The two present cases emphasize, however, that brucellosis must remain part of the differential diagnosis of back pain, especially in those who have been exposed to unpasteurized milk.
